The chronically stressed brain may present a vulnerability to develop maladaptive fear-related behaviors in response to a traumatic event. In rodents, chronic stress leads to amygdala hyperresponsivity and dendritic hypertrophy and produces a post traumatic stress disorder (PTSD)-like phenotype that includes exaggerated fear learning following Pavlovian fear conditioning and resistance to extinction. It is unknown whether chronic stress-induced enhanced fear memories are vulnerable to disruption via reconsolidation blockade, as a novel therapeutic approach for attenuating exaggerated fear memories. We used a chronic stress procedure in a rat model (wire mesh restraint for 6 h/d/21 d) to create a vulnerable brain that leads to a PTSD-like phenotype. We then examined freezing behavior during acquisition, reactivation and after post-reactivation rapamycin administration (i.p., 40 mg/kg) in a Pavlovian fear conditioning paradigm to determine its effects on reconsolidation as well as the subsequent functional activation of limbic structures using zif268 mRNA. Chronic stress increased amygdala zif268 mRNA during fear memory retrieval at reactivation. Moreover, these enhanced fear memories were unaffected by post reactivation rapamycin to disrupt long-term fear memory. Also, post-reactivation long term memory processing was also associated with increased amygdala (LA and BA), and decreased hippocampal CA1 zif268 mRNA expression. These results suggest potential challenges for reconsolidation blockade as an effective approach in treating exaggerated fear memories, as in PTSD. Our findings also support chronic stress manipulations combined with fear conditioning as a useful preclinical approach to study a PTSD-like phenotype.
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Introduction
Chronic stress may impose a vulnerability to develop psychiatric conditions, especially anxiety disorders such as posttraumatic stress disorder (PTSD). A history of trauma or stress prior to a traumatic event increases the risk for developing PTSD (Breslau, Chilcoat, Kessler, & Davis, 1999) . Many structural and physiological alterations within the PTSD human brain (Miller & McEwen, 2006) correspond with changes observed in the rodent brain following chronic stress (McLaughlin, Baran, & Conrad, 2009; Wellman, 2011) , including amygdala dendritic hypertrophy (Conrad, LeDoux, Magarinos, & McEwen, 1999; Hoffman et al., 2011; Hutchinson et al., 2012; Magariños, McEwen, Flügge, & Fuchs, 1996; McKittrick et al., 2000) . The similarity of these systems within the stressed brain suggests overlapping dysregulated mechanisms that require investigation for better understanding of the PTSD brain and to elucidate potential effective therapeutic strategies.
Exploring chronic stress effects on fear conditioning behaviors may provide insight into the neural mechanisms associated with treatment-resistant PTSD symptoms. Specifically, chronic stress prior to Pavlovian fear conditioning results in facilitated fear acquisition (Conrad et al., 1999; Hoffman, Armstrong, Hanna, & Conrad, 2010) , resistant fear extinction (Izquierdo et al., 2006) 
